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Background: The differential contributions of the cerebellum and parietal lobe to
coordination between hand transport and hand shaping to an object have not been clearly
identified.
Objective: To contrast impairments in reach-to-grasp coordination, in response to object
location perturbation, in patients with right parietal and cerebellar lesions, in order to
further elucidate the role of each area in reach-to-grasp coordination.
Method: A two-factor design with one between subject factor (right parietal stroke;
cerebellar stroke; controls) and one within subject factor (presence or absence of object
location perturbation) examined correction processes used to maintain coordination
between transport-to-grasp in the presence of perturbation. Sixteen chronic stroke
participants (eight with right parietal lesions and eight with cerebellar lesions) were
matched in age (mean=61 years; standard deviation=12) and hand dominance with 16
healthy controls. Hand and arm movements were recorded during unperturbed baseline
trials (10) and unpredictable trials (60) in which the target was displaced to the left (10) or
right (10) or remained fixed (40).
Results: Cerebellar patients had a slowed response to perturbation with anticipatory
hand opening, an increased number of aperture peaks and disruption to temporal coor-
dination, and greater variability. Parietal participants also exhibited slowed movements,
with increased number of aperture peaks, but in addition, increased the number of velocity
peaks and had a longer wrist path trajectory due to difficulties planning the new transport
goal and thus relying more on feedback control.
Conclusion: Patients with parietal or cerebellar lesions showed some similar and some
contrasting deficits. The cerebellum was more dominant in controlling temporal coupling
between transport and grasp components, and the parietal area was more concerned
with using sensation to relate arm and hand state to target position.
Keywords: stroke, upper limb, coordination, arm, hand
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Introduction
Successful control of reach-to-grasp requires coordination, “an
ability to maintain a context-dependent and phase-dependent
cyclical relationship between different body segments or joints
in both spatial and temporal domains” (Krasovsky and Levin,
2010) of various body segments including the arm with the trunk,
the shoulder with the elbow, and the hand with the arm. Stud-
ies in healthy adults have suggested hand and arm function are
controlled as a single coordinated unit (Jeannerod, 1984; Wallace
et al., 1990) demonstrated by significant correlations between
reach and grasp components, including between the start time
of the opening of the hand and the start time of hand movement
toward the object (Jeannerod and Biguer, 1982; Jeannerod, 1984),
between the time ofmaximumhand aperture and the time of peak
deceleration (PD) of the hand (Jeannerod, 1984; Castiello et al.,
1993), and between time of maximum aperture (TMA) and the
time of peak velocity (TPV) of the hand (Wallace et al., 1990).
Apart from a few situations (Gentilucci et al., 1991; Kudoh et al.,
1997), for example, where correlations between the time of PD
and the time of MA are not reliable when transport and grasp
were manipulated by the distance and type of grasp (Gentilucci
et al., 1991), temporal coupling of these events is a fairly consistent
finding across reach-to-grasp tasks.
Stroke can adversely affect reach-to-grasp coordination (Pelton
et al., 2012; vanVliet et al., 2013). Spatiotemporal relationships
between transport and grasp in a heterogenous group of stroke
patients with mild to moderate impairments, were investigated
in a study where movements were performed at both fast and
preferred speeds and to small and larger objects (vanVliet and
Sheridan, 2007). There were significant correlations (p< 0.05)
between times of start of hand movement and hand opening and
between times of MA and PD in all conditions for both groups,
although some of the correlations were numerically small (Pear-
son product-moment correlation coefficient r for the two groups
ranged from 0.3 to 0.71). However, transport and grasp in patients
were not as tightly coupled. In the condition which most chal-
lenged accuracy (i.e., the fast paced condition with small objects),
the two events were less correlated in participants with stroke.
One informative paradigm used to investigate underlying con-
trol mechanisms for coordination of reach-to-grasp is to perturb
the object location at movement onset in order to examine the
resulting temporal adjustments made to the grasp component
(Paulignan et al., 1990, 1991a,b), requiring modification of a pre-
defined program (Goodale et al., 1986). Typically, the unexpected
perturbation in the object produced adjustments to both the trans-
port and grasp components, where the initial wrist acceleration
was aborted and a new one started, and the initial grasp aper-
ture was also aborted and reincreased in synchrony (Paulignan
et al., 1990, 1991a,b) demonstrating that the two components are
coordinated spatiotemporally.
The premise of a tight-coupling between the two components
prompted the development of a model for the temporal coor-
dination of transport and grasp (Hoff and Arbib, 1993). The
model proposed that neural processes controlling transport and
grasp are monitored on-line and adjusted for temporally so that
the expected duration of each trajectory to reach the target is
matched to the other component according to a consistent enclose
time of the hand. The coordinated control of transport-to-grasp
with object location perturbation also involves the integration
of sensory signals from multiple modalities (principally visual
information concerning the object and its relative position; and
proprioceptive information about the position of the arm and the
hand). It requires the feed-forward selection of perhaps one or
two coupled motor commands for transport and grasp together
with a forward representation of the desired movement. Smooth
movement is dependent upon on-line updating of the initial pat-
tern ofmuscle activation and detection of error between the actual
positions of object relative to the hand. Large errors which are
instigated by the introduction of a perturbation require either
rapid modification of an ongoing internal forward model or rapid
onset of a new internal forward model and cessation of the old
forward model.
Two key brain areas responsible for processing of information
pertaining to reach-to-grasp coordination are the parietal lobe
and the cerebellum. Current theories attribute similar contribu-
tions by parietal and cerebellar regions. For example, both areas
have been identified as potential areas that integrate the inde-
pendent motor processes for reach and grasp into one common
motor program (Desmurget et al., 1999; Zackowski et al., 2002).
Given the specialization of cortical areas, it is unlikely that these
areas perform identical roles. Thus, further research is needed to
elucidate their exact role in control of reach-to-grasp. It has been
pointed out that the two regions may work as a functional loop
in estimating the current status of the motor system, since the
parietal cortex receives input from the cerebellar dentate nucleus,
and there are connections from parietal cortex to cerebellum via
the pontine nuclei (Blakemore and Sirigu, 2003; Ramnani, 2012).
Below, we review the current knowledge about roles of parietal
cortex and cerebellum in control of reach-to-grasp.
Role of Parietal Cortex in Control of
Reach-to-Grasp
Two neural circuits that contribute to the control of coordination
of transport and grasp between the parietal lobe and the premotor
cortex have been identified in primates. For proximal muscles
involved in transport, a medial circuit is described, which is con-
cerned with object location. The medial circuit is associated with
areas of the superior parietal lobule [area “MIP”/PRR (parietal
reach region)] and the dorsal premotor Brodmann area 6. For
the distal musculature involved in grasping, a lateral circuit is
describedwhich is concernedwith the size and shape of the object.
The lateral circuit is associated with the inferior parietal lobule (in
particular the anterior intraparietal area) and the ventral premotor
area 6 (Fattori et al., 2009). Overlap exists so that both circuits are
partially involved in both processes and the dorsomedial pathway
contributes to the integration of the two components (Fattori et al.,
2010; Vesia and Crawford, 2012).
Parietal cortex is known to have a distinct role in process-
ing sensory information. A recent review (Buneo et al., 2002)
indicates that the posterior parietal cortex (PPC) plays a role in
converting sensory information into motor commands and also
for integrating sensory input with previous and ongoing motor
commands tomaintain a continuous estimate of arm state that can
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be used to update present and future movement plans. Decom-
position of movement may therefore be the result of abnormal
on-line processing of sensory information such as proprioception
(Shimansky et al., 1997). Results from studies using transcranial
magnetic stimulation have suggested the PPC is involved in com-
puting current motor error to allow updating of muscle activation
patterns (Desmurget et al., 1999; Tunik et al., 2005). The parietal
cortex appears to play a dual role in feed-forward and feedback
control of reach-to-grasp; transforming visual information into
a motor plan (Vesia and Crawford, 2012) and making on-line
corrections according to visual feedback (Iacoboni, 2006).
The PPC has specialized areas for spatial monitoring during
reaching. The parietal reach region neurons within the PPC are
selectively activated during reaches and are thought to encode
target location (Batista and Andersen, 2001). Further, internal
spatial monitoring is lost in monkeys with lesions involving the
PPC, area 7 (Batista and Andersen, 2001). Humans with lesions
in the intraparietal sulcus, superior parietal lobule, or inferior
parietal lobule of the PPC also show directional errors in reaching
(Karnath and Perenin, 2005). Control of the pre-shaping of grasp
is thought to be located within the anterior intraparietal sulcus
in the PPC (Binkofsky et al., 1998). A larger than normal MA
has also been found after a posterior parietal lesion (Jeannerod,
1986).
Patients with lesions in the superior parietal lobe and adja-
cent intraparietal sulcus commonly also demonstrate optic ataxia,
where mistransporting (missing the target) occurs to peripheral
vision targets whilst maintaining a central fixation point (Jakob-
son et al., 1991; Wolpert et al., 1998). The parietal area also is
thought to generate a representation of visual space based on
retinal coordinates, which enables it to be involved in the planning
of eye, reaching, and grasping movements (Blakemore and Sirigu,
2003).
Role of Cerebellum in Control of Reach-to-Grasp
It has been proposed that the cerebellum provides an internal
state estimate or sensory prediction used for the on-line control
of movements (Miall, 1998; Ebner and Pasalar, 2008; Miall and
King, 2008). These predictive state estimates are used to coor-
dinate actions by the different effectors including the eye, the
hand, and the arm (Miall and Wolpert, 1996) and to adjust the
relative strength and timing of muscle activations based upon
internal predictions about the likely outcome of the effectormove-
ment (Miall et al., 1993; Wolpert et al., 1998). The cerebellum is
also important for making rapid adjustments to perturbations by
modifying automatic movements that are dependent upon visual
sensory information (Donchin and Rabe, 2012).
Deficits in transport and grasp have been shown in the hand
ipsilateral to the lesion, tested in six patients with cerebellar lesions
(Rand et al., 2000) where several velocity peaks were present, grip
aperture was larger and more variable than normal. Transport
deficits were also demonstrated in a trial of pointing movements
(Topka et al., 1998), where patients showed more variable end-
points, and longer movement durations (MDs), with lower peak
hand acceleration and deceleration and a longer deceleration,
compared to control subjects and these deficits were accentuated
in fast movements. People with cerebellar degeneration (resulting
from spinocerebellar ataxia, sporadic adult onset ataxia, or auto-
somal dominant ataxia) have demonstrated slower movements, a
more deviant trajectory and a larger hand aperture (Brandauer
et al., 2008).
The cerebellum also plays an integral role in visuomotor adap-
tation. For example, patients with focal cerebellar lesions showed
impaired motor learning of a cursor movement task with the
handle of a robot when a proportion of the trials involved pertur-
bations to either the visual rotation of the cursor or a force field of
the manipulandum (Donchin and Rabe, 2012). Similarly, the path
traveled during pointing is less efficient than in control subjects
following on-line correction of movements in response to pertur-
bation (Tseng et al., 2007). Furthermore, patients with cerebellar
lesions show that reaching path corrections based upon visual
sensory information are characterized by excessive deviations and
abnormal oscillations (Day et al., 1998).
Areas of Similarity with Regard to
Reach-to-Grasp Coordination in Parietal and
Cerebellar Regions
Combining the Two Components of Transport and
Grasp into a Single Functional Unit
Both areas have been suggested as having a role in combining the
two components of transport and grasp into a single functional
unit. This is demonstrated by a PET study comparing separate
finger and arm movements with a task in which both finger and
arm movements were coordinated (to extend the finger when
the arm passed a stationary target), revealing additional cortical
activation for the coordination task in both parietal (intraparietal
sulcus and medial PPC) and cerebellar (anterior lobe and para-
median lobules) areas (Ramnani et al., 2001). This suggests a role
in coordinating arm and finger movements for both areas but
does not reveal the exact role played by each. The involvement
of both areas was hypothesized to be partly due to processing
of proprioceptive information, given that the cerebellum receives
major proprioception afferents from spinocerebellar tracts, and
the parietal cortex is known to process information about arm
position. The greater activation in the parietal cortex was also
attributed to the task of localizing visual target position (Ramnani
et al., 2001).
Several studies evidence a role for the parietal lobe in coor-
dination of reach-to-grasp movements. Right inferior parietal
lobe damage in one patient caused an inability to make multi-
component movements with the left hand in the absence of visual
feedback, whereas single component movements could be per-
formed (Jeannerod et al., 1984). In a single case study, a lesion in
the dorsal PPC caused a lack of the usual change in velocity of hand
opening according to object size (Roy et al., 2004). In 32 patients
with parietal stroke, abnormal anticipatory hand shaping and
dysmetria were present (Ghika et al., 1998). Binkofsky et al. (1998)
described the deficits of six subjects with stroke affecting the
lateral bank of the anterior intraparietal sulcus in the PPC. These
patients showed poor pre-shaping of the hand in the acceleration
phase, increased and more variable aperture in the deceleration
phase, and a latermaximumgrasp aperture as a percentage ofMD,
compared to control subjects, but almost normal velocity profiles.
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Because humans with PPC lesions also show directional errors in
reaching (Karnath and Perenin, 2005), it has been suggested that
the PPC has a role in coordinating arm and hand (Mackay and
Riehle, 1992).
Similarly, there is evidence for a cerebellar role in reach-to-
grasp coordination. In one group with cerebellar lesions, maxi-
mum grasp aperture (expressed as a percentage of MD) occurred
earlier and was larger than for control subjects and the time from
PV to time to MA was significantly smaller and more variable
(Rand et al., 2000). Distinct deficits have been found in the tempo-
ral coupling of the transport and grasp components in cerebellar
subjects (Zackowski et al., 2002) who showed within and between
subject variability of time to MA, and a larger size and more
aperture peaks compared to control subjects, which respectively
could suggest compensation and correction for inaccurate trans-
port of the hand. The changed relationship between transport and
grasp may be the result of impaired parallel processing between
the shoulder, elbow, and hand (Timman et al., 1999), which is
normally controlled by the cerebellum.
Making On-line Adjustments in Response to
Perturbation
Both brain areas have also been implicated in and making on-
line adjustments in response to perturbations. Transport goals are
represented in the parietal region and may have to be rapidly
switched in response to perturbation (Snyder et al., 2000). On-
line corrections during target errors depend upon the integrity
of the PPC (Desmurget et al., 1999). Pisella et al. (2000) provide
case study evidence in a stroke patient for the involvement of the
parietal lobe in rapid modifications of pointing movements. It
was observed that whilst unperturbed movements were normal
in a patient with bilateral PPC lesions, when the target jumped to
another position, her movements were slow and deliberate. Also,
in the reach-to-grasp performance of the patient with a lesion of
dorsal PPC, the normal adjustment of time to PV of the hand in
response to change in movement direction was absent (Roy et al.,
2004).
The cerebellum has a role in the updating of aimedmovements.
For example, Fisher et al. (2006) found that cerebellar subjects
had errors in target direction and amplitude specification, despite
ample preparation time, whereas final position was minimally
impaired suggesting preserved ability to adapt or update the
movements. Cerebellar damage would then likely place greater
reliance upon on-line correction which would result in a longer
deceleration phase. Evidence that the cerebellum plays a part
in updating goal-directed movements is provided in one study
where, unlike control subjects, patients with superior cerebellar
artery infarctions could not accurately reach a target following
perturbation during a visuomotor task (Donchin and Rabe, 2012).
Aims and Hypotheses
Current knowledge draws on studies conducted separately with
patients with parietal or cerebellar damage, using different exper-
imental paradigms. We aim to better understand the contribution
of parietal and cerebellar regions to reach-to-grasp coordination,
by testing the response of these two groups of patients to pertur-
bation of object location in a common experimental paradigm.
Specific aims were (1) to identify specific reach-to-grasp coor-
dination impairments associated with either parietal or cerebellar
lesions and (2) to quantify how patients with right parietal or cere-
bellar lesions adjust transport-to-grasp when object location is
perturbed. The object location paradigm as reported by Paulignan
et al. (1991b) was used.
Key hypotheses regarding the stroke groups were that (a) right
parietal lobe patients would demonstrate difficulties related to
planning the new transport goal and reflect their reliance on
feedback driven control, such as longer MD and more wrist
velocity peaks; and (b) in contrast, cerebellar patients would show




A factorial experimental design was employed, with three groups
of participants – parietal, cerebellar, healthy controls, and two
conditions – presence or absence of perturbation. Data collection
took place in a movement laboratory, and was conducted in a
single session.
Participants
Sixteen participants with stroke were recruited consecutively from
six hospitals and from a local research database of stroke patients.
Inclusion criteria were: (1) cerebellar or right parietal stroke of
ischemic or hemorrhagic origin, confirmed by CT scan, (2) a
score of 6 or more on the arm section of the Rivermead Motor
Assessment (RMA), i.e., transport forward, pick up tennis ball,
release at mid-thigh on affected side 5, (3) informed consent.
Right-sided stroke was chosen because the right hemisphere has
a preferential role for processing hand position, object location
(Tretriluxana et al., 2009), and visual feedback for movement
adjustments (Winstein and Pohl, 1995) compared to the left hemi-
sphere. Exclusion criteria: (1) cognitive dysfunction preventing
understanding of the task, (2) concurrentmedical problemswhich
prevent repetitive arm movement (e.g., shoulder pain). Clinical
examination was undertaken by the research physiotherapist (first
author TP) and included Fugl-Meyer Upper Extremity Motor
Function (Fugl-Meyer et al., 1975); Revised Nottingham Sensory
Assessment (NSA) (Lincoln et al., 1998); Nottingham Extended
Activities of Daily Living (NEADL) (Nouri and Lincoln, 1987);
classical testing procedures for tactile extinction (light touch with
fingers to the subjects hand) (Tucker and Bigler, 1989) and visual
extinction (in which the patient fixates the examiner’s nose, the
examiner’s arms are outstretched, and the patient has to detect
movements of the examiner’s index finger on either or both sides)
(Baylis et al., 1993); Modified Ashworth Scale (MAS) (Bohannon
and Smith, 1987); and the Medical Research Council scale (MRC
strength test of the more involved upper limb) (Compston, 2010).
Thirty control participants,matched to the stroke group according
to age, gender, and hand dominance were also recruited. Stroke
participants and controls were also assessed for the time taken to
complete the 10Hole Peg Test (10HPT) (Turton and Fraser, 1986).
Informed consentwas obtained fromall participants and the study
protocol was approved by the South Birmingham Research Ethics
Committee (08/H1207/332).
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Protocol
Seated close to a table edge, participants were instructed to per-
form fast, accurate, reach-to-grasp movements with the more
affected arm using a precision grip between the thumb and index
finger. Participants were instructed to lift the object 2–4 cm off
the table before replacing it in the approximate same position.
The start position of the hand was resting on a pressure-sensitive
switch close to the body in the mid-saggital axis, with the elbow
flexed to approximately 90°, the forearm in mid-pronation and
the pads of the index finger and thumb touching. Reach-to-grasp
movements were to perspex cylinders (10 cm height 1.5 cm in
diameter), in three locations: 10°, 30°, or 50° to the opposing
side of midline, each 35 cm from the start position (Figure 1).
Following 6 practice trials and 10 unperturbed control trials, two
blocks of 30 experimental trials ensued with a 5min rest period
between the two blocks. Each block consisted of a randomized
sequence of 20 unperturbed trials to the 30° cylinder, 5 trials
perturbed to the 10° cylinder, and 5 trials perturbed to the 50°
cylinder. A different randomized sequence was performed by
each stroke participant. Healthy participants performed the same
randomized sequence as theirmatched stroke participant. A visual
fixation light indicated the start of each trial. Participants were
instructed to move as soon as they saw the illumination of the
30° object which occurred at a random time ranging between 500
and 2000ms after the start of each trial. In perturbed trials, the
perturbation occurred at movement onset by illumination of the
10° or 50° cylinders, via release of the start switch under the hand.
Data Acquisition
Data were captured using a Qualysys ProReflex MCU240 3D
(Qualysis, 2006) motion analysis system with four infrared
FIGURE 1 | Experimental set-up, showing the configuration for a
participant with a ride sided lesion, reaching with affected left arm to
the opposing side.
cameras and a sample rate of 200Hz. The operationwas controlled
by an external trigger in MatLab and the data processed using
Qualisys Track Manager software. Two cameras were positioned
above the table and two in front. Data from reflective markers
on the wrist (radial styloid process), the index finger nail, the
thumb nail, and the sternal notch was analyzed using custom
MatLab programs. Data were filtered using a Butterworth zero-
phase forward and reverse digital filter with a cut-off of 8Hz.
Trajectory, velocity, and acceleration were calculated from the
three dimensional coordinates of each marker.
Measures
Reaction time (RT) was defined as the time (s) between the
illumination onset of the 30° object and the wrist onset time [the
time at which the wrist marker resultant velocity (across x, y, z)
exceeded a threshold of 25mm/s for five consecutive frames].MD
was characterized by the time (s) between wrist onset and object-
lift-off (the time at which the velocity of the object exceeded
25mm/s for five consecutive frames in the vertical z dimension).
Grasp aperturewas calculated as themaximumEuclidean distance
between themarkers on the thumb and index finger relative to the
starting aperture distance. The maximum amplitude (millimeter)
of grasp aperture was defined as the MA and the time (s) at
which this occurred was recorded was defined as the TMA. The
time at which the aperture velocity (differentiation of the distance
between the finger and the thumb) exceeded 25mm/s for five
consecutive frames relative to the wrist start time was termed the
aperture onset.
The wrist path trajectory (WPT) was defined as the sum of
the three dimensional distance (millimeter) between each frame
from wrist onset to object-lift-off. The absolute closure distance
(CD) was calculated as the cumulative distance (millimeter) from
MA to object-lift-off. CD was also expressed as a proportion of
the total movement distance (CD%). Similarly, the trunk distance
(TD) was calculated as the sum of the three dimensional distance
(millimeter) traveled by the trunk marker between each frame
from wrist onset to object-lift-off.
Peak wrist velocity (PVmm/s) referred to the absolute max-
imum amplitude of the tangential wrist velocity (derived from
three dimensionalWPT). PD (millimeter per second) was defined
as minimum tangential wrist acceleration (derived from three
dimensional WPT). The TPV and peak deceleration (TPD)
occurred were expressed as absolute (s) and proportional (%MD)
values.
Movement smoothness was quantified by the number of peaks
in the tangential wrist velocity and the aperture size. Peaks were
detected using a standard “Peakdet.m” (delta 0.5) MatLab file (Eli
Billauer, 3.4.05) and counted if the difference between the peak
and the preceding “valley” (minimum value) exceeded 15% of
the global maximum amplitude (Kahn and Zygman, 2001). The
number of identified wrist velocity and aperture size peaks was
recorded. For each component, the absolute time of the last peak
prior to object-lift-off was also recorded.
Statistical Analysis
The plan for statistical analysis was to (1) compare baseline char-
acteristics of the stroke groups; (2) analyze differences between
groups and conditions; (3) calculate correlation coefficients
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between transport and grasp events and compare these between
groups; and (4) assess the relationship between the kinematic
parameters and clinical impairment.
Unrelated sample t-tests were used to compare group char-
acteristics such as age, time taken to complete the 10HPT, and
time since stroke. Similarly, Mann–Whitney tests were performed
on the scores for Fugl-Meyer UE motor function, NEADL, MRC
muscle strength grading, and NSA. The number of participants
in each patient group with tactile extinction, visual extinction, or
reduced ROM was also recorded.
To analyze differences between groups and conditions, a two-
way mixed ANOVA was used with group (control, parietal,
cerebellar) as the between subject factor and condition (unper-
turbed and perturbed) as the within subject factor. Post hoc
comparisons employed Bonferroni correction for multiple com-
parisons. Additionally, independent t-tests (p< 0.05) were per-
formed to determine where significant differences originated as
follows: effect of perturbation (perturbed vs. unperturbed trials)
in parietal patients compared to controls; effect of perturba-
tion in cerebellar patients compared to controls; effect of per-
turbation in parietal patients compared to cerebellar patients.
Using the same analysis, the variability of the movements was
compared between groups, indicated by the coefficient of vari-
ation (standard deviation divided by the mean of a set of
trials).
Pearson product-moment correlation coefficients were used
to examine the temporal relation between transport and grasp.
Within-group correlation coefficients were calculated separately
for each condition between the absolute time of maximum PV
and the absolute time of maximum grasp aperture; the absolute
time of PD and the absolute time ofmaximum grasp aperture; and
finally between the absolute time of the last velocity peak and the
last aperture peak (TLPA). Pearson’s r were later transformed to
Fisher z: zr= (1/2)[loge(1+ r)  loge(1  r)] to test significance of
r values and whether correlations differed between the stroke and
control groups.
Fugl-Meyer scores (Fugl-Meyer et al., 1975) have previously
been associated with a good prognosis for recovery after stroke
(Prabhakaran and Zarahn, 2008). It was therefore considered of
additional interest to observe the correlation between clinical
impairment according to Fugl-Meyer scores and the RTG move-
ment variables. This information may help to identify the most
objective and sensitive variable for RTG function that could guide
prognosis and measure performance. SPSS version 18 was used to
perform the statistical analyses.
Results
Overview Participant Characteristics
A total of 57 patients were screened and 16 patients (8 parietal
and 8 cerebellar) were recruited (Figure 2). Due to difficulty
recruiting participants with cerebellar stroke, the inclusion cri-
teria were widened to include patients with cerebellar/pontine
lesions. Unrelated sample t-tests revealed no statistical age differ-
ences between the control group (N = 16, M= 62 years, SE= 3),
the parietal group (N = 8, M= 59 years, SE= 5), or the cere-
bellar group participants (N = 8, M= 62 years, SE= 4). Mean
time to complete the 10HPT was significantly faster (t13= 2.580,
p< 0.05) for control participants (M= 12 s, SE= 0.5) than for
the stroke patients (M= 27 s, SE= 6). Unrelated sample t-tests
revealed no significant time difference for the 10HPT between
the two patient groups (Table 1). Time since stroke was signif-
icantly longer for the parietal group than the cerebellar group
(t14= 3.002, p= 0.01). Mann–Whitney U-tests showed no statis-
tical difference between patient groups in terms of the Fugl-Meyer,
Extended Activities of Daily Living, and muscle strength tests. A
significant difference (p< 0.01) in the NSA was found between
the two patient groups; the parietal group demonstrated sensory
impairment whereas for the cerebellar group sensation was intact.
The parietal group included five participants with tactile extinc-
tion and two participants with visual extinction. There were no
visual or tactile extinction problems identified in the cerebellar
group.
First, the main effects and interactions of condition and group
comparisons will be described. Secondly, measures of hand and
arm coordination are presented in terms of the relationship
between key events of transport and grasp. For simplification, data
from the two groups of control participants were pooled. Means
and standard deviations of kinematic parameters are summarized
in Table 2. Significant interactions of group by condition are
summarized in Table 3.
Comparison Between Conditions
Transport Component
The four conditions consisted of (1) Baseline trials (the first 10
unperturbed trials), (2) Unperturbed trials to the 30° target, (3)
Perturbed trials to the 10° target, and (4) Perturbed trials to the
50° target. As was expected, the RT was similar for each condi-
tion, whereas the average MD (M= 1.2 s, SE= 0.1) was longer
(F3, 87= 8.747, p< 0.01) in response to a perturbation in object
location.
Peak wrist velocity showed a main effect for condition
(F3, 29= 7.592, p< 0.01). Overall, the PV during baseline trials
(M= 682mm/s, SE= 33.7)was higher (p< 0.05) than for all other
conditions and for perturbed 10° trials (M= 606mm/s, SE= 29)
it was lower (p< 0.01) than the other conditions. The mean PV
was however similar between the unperturbed (M= 635mm/s,
SE= 28) and perturbed 50° trials (M= 630mm/s, SE= 28).
Perturbation significantly (F3, 29= 24.323, p< 0.01) increased
the overall WPT. There was a significant difference (p< 0.01)
in WPT between the two perturbed conditions (perturbed
10°M= 404mm, SE= 10 and perturbed 50°M= 426mm, SE= 8)
but no difference between baseline (M= 382mm, SE= 11) and
unperturbed trials (M= 377mm, SE= 8). The normalized time
to PV (%TPV) was significantly different between conditions
(F3, 87= 8.447, p< 0.01). For perturbed 10° trials (M= 28%,
SE= 2), %TPV was earlier than baseline (M= 34%, SE= 2,
p< 0.05); unperturbed (M= 34%, SE= 2, p< 0.01) and per-
turbed 50° trials (M= 31%, SE= 1, p= 0.06).
It was assumed that in response to a perturbation in the object
location there would be a normal adjustment to the wrist pro-
file resulting in a second velocity peak. Indeed, we found a sig-
nificant effect of condition (F3, 87= 33.357, p< 0.01) with more
wrist velocity peaks observed for perturbed 10° trials (M= 2.1,
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FIGURE 2 | Recruitment flow diagram.
SE= 0.2) and perturbed 50° trials (M= 2.1, SE= 0.2) than for
unperturbed (M= 1.5, SE= 0.2) and baseline trials (M= 1.6,
SE= 0.2).
Grasp Component
The average distance between the thumb and finger markers at
MA was 6 cm, for a 1.5 cm wide cylinder. As was expected, there
was no main effect of condition on the aperture onset time.
Perturbation of the object location had a significant effect upon
the amplitude of the maximum grasp aperture (F3, 87= 4.128,
p< 0.01) and a significant condition and group interaction was
observed (F3,87= 3.360, p< 0.01). MA for perturbed 10° tri-
als (M= 61mm, SE= 3) and perturbed 50° trials (M= 59mm,
SE= 3) was larger (p< 0.01 and p< 0.05, respectively) than
for unperturbed trials (M= 56mm, SE= 3) and this difference
was larger in the parietal group compared to the other two
groups. For the normalized time to MA, TMA%, a significant
main effect of condition (F3, 87= 5.282, p< 0.05) was observed
(Baseline M= 65%, SE= 2; Unperturbed M= 67%, SE= 3; Per-
turbed 10°M= 71%, SE= 2; Perturbed 50°M= 68%, SE= 2). MA
occurred significantly (p< 0.01) later for perturbed 10° trials than
at baseline.
Therewas a significantmain effect of condition (F3, 87= 31.508,
p< 0.01) upon the number of aperture peaks suggesting that
perturbation of transport resulted in the adjustment of the grasp
aperture. Trunk movement was not significantly affected by the
perturbation and there was no interaction effect upon the anterior
trunk displacement. Both the absolute and the normalized CD
were statistically similar for each condition.
Comparisons Between Groups
Transport Component
There was a significant group difference in the RT (F2, 29= 12.957,
p< 0.01). RT was consistently longer for the parietal group
(M= 0.7 s, SE= 0.1) in comparison to controls (M= 0.4 s,
SE= 0.04) (baseline t7= 3.321, p= 0.01; unperturbed
t22= 4.868, p< 0.01; perturbed 10°t22= 2.856, p< 0.01
and perturbed 50°t22= 2.856, p< 0.01). RT for the
cerebellar group (M= 0.60 s, SE= 0.06) was similarly longer
(baseline t22= 3.316, p= 0.01; unperturbed t22= 4.088,
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TABLE 1 | Participant characteristics with mean (SD).























1 R P 25 55 52 5 48 48 n n y 0 4
2 R P-T 131 75 16 6 26 64 n y y 0 4
3 R F-P 22 62 33 6 40 55 y n y 0 5
4 P (bilateral) 24 33 19 0 33 55 y n y 0 5
5 R P 68 55 15 6 53 65 y y y 0 4
6 R P 48 61 104 2 33 45 y n n 2 4
7 R P 124 57 17 4 32 58 y n y 1 4
8 R P 30 72 14 9 41 62 n n y 2 4
N= 8 59 (45) 59 (13) 34 (31) 5 (3) 38 (9) 57 (7) 5 2 1 3 4.3 (0.5)
CEREBELLAR
1 CP-A 24 60 14 9 63 63 n n y 0 5
2 R Cb 4 64 14 9 54 64 n n y 0 5
3 Pontine 12 66 19 9 53 44 n n n 2 4
4 R Cb 6 63 17 9 24 55 n n n 0 3
5 L Cb 3 61 18 9 46 64 n n y 0 5
6 L Cb 3 45 54 9 28 46 n n n 0 4
7 Cb (bilateral) 24 81 17 9 33 64 n n n 0 4
8 Cb (bilateral) 6 56 13 9 50 64 n n n 0 4
N= 8 10 (9) 62 (10) 21 (14) 9 (0) 44 (14) 58 (9) 0 0 2 1 4.3 (0.8)
R, right; P, parietal; P-T, temporoparietal; F-P, frontoparietal; CP-A, cerebellar pontine angle; cb, cerebellar.
aMaximum possible score.
10 HPT (s)= time taken to complete. NSA (Nottingham Sensory Assessment score) for the hand consisting of – Light touch, pin prick, and stereognosis (0= absent, 1= impaired,
2= normal), and proprioception [0= absent, 1= appreciation of movement (wrong direction), 2= appreciation of direction of movement, 3= normal]. NEADL (Nottingham Extended
ADL index). Average from a maximum of 63=21 activities (0= not at all, 1=with help, 2= alone with difficulty, 3= alone easily). FMUL (Fugl-Meyer Assessment upper limb). Extinction
(y= yes, n= no). FROM [Full active range of movement (y= yes, n= no)]. MAS (Modified Ashworth scale) (0= no increase in muscle tone, 5= rigid). Oxford Scale Muscle Strength
(1= flicker of movement, 5=movement through range with full resistance).
p< 0.01; perturbed 10°t22= 2.387, p< 0.05 and perturbed
50°t9= 4.046, p< 0.01). There was no statistical difference
between the two patient groups. The variation in RT (M= 37,
SE= 2.7) was similar between groups. A significant group
difference in the mean MD was observed (F2,29= 8.967,
p< 0.01). As predicted, MD was shorter for control participants
(M= 0.83 s, SE= 0.13) than for patients with parietal lesions
(M= 1.72s, SE= 0.18) most reliably so after the baseline trials
(baseline t7= 2.238, p= 0.06; unperturbed t7= 2.930,
p< 0.05; perturbed 10°t8= 3.156, p= 0.01 and perturbed
50°t7= 2.983, p< 0.05). Comparisons between the cerebellar
group (M= 1.39 s, SE= 0.18) and controls yielded similar
differences (baseline t7= 2.185, p= 0.06; unperturbed
t8= 2.872, p< 0.05; perturbed 10°t9= 3.233, p= 0.01; and
perturbed 50°t10= 4.345, p< 0.01). There were no statistical
differences between the two patient groups. The variation in MD
was similar between groups.
The mean PV (M= 684mm/s, SE= 37) was reduced
significantly (F2, 29= 13.795, p< 0.01) after parietal stroke.
M= 555mm/s, SE= 53 compared to controls M= 823mm/s,
SE= 37 in each condition (baseline t22= 3.582, p< 0.01;
unperturbed t22= 3.907, p< 0.01; perturbed 10°t22= 3.640,
p< 0.01 and perturbed 50°t22= 3.865, p< 0.01). For the
cerebellar group, PV (M= 537mm/s, SE= 53) was also
consistently lower than controls (baseline t22= 4.596, p< 0.01;
unperturbed t22= 4.764, p< 0.01; perturbed 10°t22= 4.874,
p< 0.01 and perturbed 50°t22= 4.159, p< 0.01). There was no
statistical difference between the two patient groups. We found
no difference in variability of PV between groups.
There was a between group difference (F2, 29= 3.810, p< 0.05)
in the mean WPT (M= 393mm, SE= 9) (Figure 3) which
was longer for the parietal group (M= 432mm, SE= 16) than
for the control group (baseline not significant; unperturbed
t22= 2.200, p< 0.05; perturbed 10°t22= 2.330, p< 0.05 and
perturbed 50°t22= 2.648, p= 0.01). The WPT of the parietal
group was also significantly longer than that of the cerebellar
group, for the perturbed 50° trials (baseline not significant; unper-
turbed not significant; perturbed 10°t14= 2.018, p= 0.06; per-
turbed 50°t14= 2.234, p< 0.05). The meanWPT of the cerebel-
lar group (M= 376, SE= 16) was more similar to that of controls
(M= 383mm, SE= 11). We found no group difference in the
coefficient of variation for the WPT. For the normalized time
to PV, there was a between group effect (F2,29= 4.159, p< 0.05)
with PV occurring comparatively early particularly in the parietal
group, representing a prolonged deceleration phase (Controls
M= 36%, SE= 2; ParietalM= 28%, SE= 2; CerebellarM= 32%,
SE= 2). %TPV occurred significantly earlier for the parietal
group in comparison to controls (baseline t22= 2.817, p= 0.01;
unperturbed t22= 2.145, p< 0.05; perturbed 10°t22= 2.159,
p< 0.05 and perturbed 50°t22= 2.208, p< 0.05). In contrast,
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TABLE 2 |Means and standard errors (SE) for kinematic parameters in each








Baseline 0:32 (0:03) 0:74 (0:14) 0:46 (0:04)
Unperturbed 0:38 (0:03) 0:71 (0:07) 0:63 (0:07)
Perturbed 10° 0:40 (0:05) 0:66 (0:07) 0:60 (0:21)
Perturbed 50° 0:35 (0:03) 0:69 (0:07) 0:66 (0:23)
Movement duration (s)
Baseline 0:74 (0:05) 1:58 (0:39) 1:32 (0:25)
Unperturbed 0:77 (0:05) 1:62 (0:28) 1:30 (0:18)
Perturbed 10° 0:92 (0:08) 1:80 (0:28) 1:52 (0:18)
Perturbed 50° 0:88 (0:05) 1:86 (0:32) 1:40 (0:11)
Peak wrist velocity (mm/s)
Baseline 889:00 (42:00) 605:00 (75:31) 553:00 (60:81)
Unperturbed 812:00 (33:50) 549:00 (68:94) 543:00 (43:84)
Perturbed 10° 787:00 (35:75) 534:00 (68:59) 496:00 (45:61)
Perturbed 50° 802:00 (37:00) 533:00 (65:05) 556:00 (38:54)
Wrist path trajectory (mm)
Baseline 365:00 (8:75) 423:00 (34:65) 357:00 (16:26)
Unperturbed 365:00 (8:50) 404:00 (19:45) 361:00 (17:32)
Perturbed 10° 390:00 (12:50) 442:00 (18:74) 379:00 (24:75)
Perturbed 50° 414:00 (9:00) 460:00 (17:32) 404:00 (18:03)
Absolute time to peak velocity (s)
Baseline 0:28 (0:02) 0:41 (0:05) 0:41 (0:06)
Unperturbed 0:29 (0:01) 0:48 (0:09) 0:41 (0:05)
Perturbed 10° 0:31 (0:03) 0:50 (0:13) 0:42 (0:08)
Perturbed 50° 0:30 (0:08) 0:56 (0:13) 0:44 (0:05)
Normalized time to peak velocity (%)
Baseline 38:90 (2:20) 27:90 (3:29) 34:80 (2:72)
Unperturbed 39:00 (2:05) 30:50 (3:78) 33:80 (2:23)
Perturbed 10° 32:20 (1:45) 25:10 (3:68) 27:60 (3:36)
Perturbed 50° 34:30 (2:25) 27:70 (2:65) 31:70 (2:40)
Absolute time of peak deceleration (s)
Baseline 0:42 (0:02) 0:77 (0:20) 0:66 (0:11)
Unperturbed 0:45 (0:02) 0:85 (0:21) 0:64 (0:08)
Perturbed 10° 0:48 (0:04) 0:80 (0:19) 0:65 (0:10)
Perturbed 50° 0:48 (0:02) 0:86 (0:19) 0:65 (0:05)
Normalized time of peak deceleration (%)
Baseline 58:52 (4:94) 49:99 (4:03) 53:67 (3:32)
Unperturbed 60:30 (3:61) 52:00 (5:24) 51:86 (3:77)
Perturbed 10° 51:76 (2:31) 43:58 (4:42) 44:31 (3:97)
Perturbed 50° 55:13 (2:49) 46:53 (3:60) 47:56 (3:46)
Grasp onset time (s)
Baseline 0:04 (0:02) 0:04 (0:04)  0:04 (0:04)
Unperturbed 0:05 (0:02) 0:11 (0:05)  0:04 (0:05)
Perturbed 10° 0:07 (0:04) 0:14 (0:05)  0:01 (0:03)
Perturbed 50° 0:05 (0:03) 0:16 (0:06)  0:05 (0:07)
Maximum aperture (mm)
Baseline 59:80 (4:95) 59:70 (3:78) 59:50 (7:78)
Unperturbed 56:30 (5:00) 63:00 (5:41) 52:10 (6:12)
Perturbed 10° 59:00 (4:10) 69:40 (6:86) 55:40 (7:32)
Perturbed 50° 56:10 (4:38) 66:90 (6:01) 53:00 (7:42)
Absolute time of maximum aperture (s)
Baseline 0:48 (0:03) 0:98 (0:20) 0:78 (0:11)
Unperturbed 0:54 (0:02) 1:07 (0:24) 0:83 (0:10)
Perturbed 10° 0:69 (0:04) 1:22 (0:47) 1:00 (0:11)
Perturbed 50° 0:63 (0:03) 1:22 (0:24) 0:90 (0:09)
Normalized time of maximum aperture (%)
Baseline 65:90 (2:45) 64:20 (2:33) 64:10 (4:00)
Unperturbed 70:90 (2:38) 64:80 (5:87) 66:00 (4:28)
Perturbed 10° 75:00 (1:60) 70:50 (3:89) 67:60 (4:53)








Normalized closure distance (%)
Baseline 14:70 (1:60) 15:44 (3:03) 15:63 (2:07)
Unperturbed 12:44 (1:73) 19:33 (3:69) 17:30 (3:75)
Perturbed 10° 9:45 (0:94) 16:13 (4:47) 15:92 (4:46)
Perturbed 50° 10:54 (0:98) 15:25 (3:01) 14:59 (4:18)
Aperture peaks (n)
Baseline 1:00 (0:00) 1:30 (0:14) 1:40 (0:11)
Unperturbed 1:10 (0:03) 1:20 (0:07) 1:10 (0:04)
Perturbed 10° 1:70 (0:10) 1:60 (0:14) 1:60 (0:11)
Perturbed 50° 1:70 (0:08) 1:60 (0:11) 1:50 (0:14)
Velocity peaks (n)
Baseline 1:00 (0:00) 2:10 (0:67) 1:50 (0:25)
Unperturbed 1:00 (0:00) 2:10 (0:28) 1:60 (0:32)
Perturbed 10° 1:60 (0:10) 2:50 (0:57) 2:30 (0:35)
Perturbed 50° 1:70 (0:08) 2:70 (0:53) 2:00 (0:28)
there were no differences between controls and the cerebellar
group. We found no significant differences in %TPV between the
two patient groups.
The mean number of wrist velocity peaks (M= 1.9, SE= 0.2)
was higher (F2, 29= 3.415, p< 0.05) after stroke (Controls
M= 1.3, SE= 0.2; Parietals M= 2.4, SE= 0.3 and Cerebellar
M= 1.9, SE= 0.3). Pairwise comparisons showed there to be
significantly more wrist velocity peaks for the parietal group than
for controls (p< 0.05). Comparisons between the controls and
the cerebellar participants yielded a significant difference for the
perturbed 10° trials only (t22= 2.672, p< 0.05). There was no
significant difference in the number of velocity peaks between
the patient groups. The variability in the number of peaks was
statistically similar between the three groups.
Anterior trunk displacement was higher for stroke participants
however the group difference in amplitude was not significant
(ControlsM= 31mm, SE= 10; ParietalM= 51mm, SE= 14; and
CerebellarM= 68mm, SE= 14).
Grasp Component
With regard to the grasp component, there was a main effect
(F2,29= 3.902, p< 0.05) of group upon aperture onset time
(Figure 4). The cerebellar group demonstrated an early aper-
ture onset (M= 0.036 s, SE= 0.038) whereas for the pari-
etal group it was relatively late (M= 0.115 s, SE= 0.038). Fol-
lowing the baseline trials, significant differences were found
between the two stroke groups (baseline NS; unperturbed
t14= 2.338, p< 0.05; perturbed 10°t14= 2.351, p< 0.05 and
perturbed 50°t14= 2.413, p< 0.05). There were no significant
differences for either of the patient groups in comparison to
controls (M= 0.049 s, SE= 0.027). Overall, the mean MA was
similar between the control group (M= 57mm, SE= 4) and the
stroke patient groups (ParietalM= 65mm, SE= 6 and Cerebellar
M= 55mm, SE= 6). There was a tendency for increased variabil-
ity of MA in the parietal group (M= 15%, SE= 2.1) when com-
pared to controls (M= 10%, SE= 0.7) during the unperturbed
trials only.
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TABLE 3 | Summary of significant interactions between groups and conditions.
Kinematic parameter Parietal vs. cerebellar Parietal vs. control Cerebellar vs. control
B/UP 10°/50° B/UP 10°/50° B/UP 10°/50°
Reaction time (s) X" X" X" X"
Movement duration X" X" X" X"
Peak wrist velocity (mm/s) X# X# X# X#
Wrist path trajectory (mm) X" (50° only) X" (U only) X"
Normalized time to peak velocity (%) X# X#
Grasp onset time (s) X" (U only) X"
Maximum aperture (mm)
Normalized time to maximum aperture (%)
Normalized closure distance (%)
Aperture peaks (n) X" (B only) X" (B only)
Velocity peaks (n) X" X" X" (10° only)
B/U, baseline and unperturbed condition; 10° and 50°, perturbed conditions;X, significant for both conditions in the column unless indicated otherwise. " or # indicates whether the
kinematic parameter was increased, or decreased, in comparison to the control or cerebellar group.
FIGURE 3 |Wrist path trajectory. Mean (SE) effect of group (control, parietal, and cerebellar) and condition (baseline, unperturbed 30°, perturbed 10°, and
perturbed 50°).
On average, TMA% (percentage time of MA) was compa-
rable between stroke patients and controls (Controls M= 71%,
SE= 2; Parietal M= 67%, SE= 3; Cerebellar M= 66%, SE= 3).
The timing of TMA% was found to be more variable however
in the parietal group in comparison to controls during baseline
trials (t22= 2.957, p< 0.01). There was also a tendency for more
variability in the cerebellar group during perturbed 10° trials
(t22= 2.00, p= 0.058) in contrast to controls.
Whilst the normalized CD (ControlsM= 12%, SE= 1; Parietal
M= 17%, SE= 4; Cerebellar M= 16%, SE= 4) appeared longer
and more variable in the stroke participants, this was statistically
similar between groups.
Overall, the mean number of aperture peaks was compara-
ble between stroke participants and controls (Controls M= 1.4
peaks, SE= 0.04; Parietal M= 1.4 peaks, SE= 0.06 and Cere-
bellar M= 1.4 peaks, SE= 0.06). A significant group and con-
dition interaction (F6, 87= 3.064, p< 0.01) was observed in the
number of aperture peaks. During baseline trials, the parietal
group (M= 1.3, SE= 0.13) and the cerebellar group (M= 1.4,
SE= 0.32) showed a significantly greater number of aperture
peaks (parietal baseline t22= 2.864, p< 0.01 and cerebellar base-
line t22= 4.152, p< 0.01) in comparison to controls (M= 1.0,
SE= 0.04). Following the baseline trials, the number of aperture
peaks was similar for the three groups.
Since it was found the groups differ in time after stroke and
sensation, groups were additionally split according to time since
stroke (greater or less than 6months post stroke), and sensation
(a score of 9 or less than 9), and then an additional ANOVA
was performed to examine the effect of these findings. There
were no significant differences between groups inmaximumgrasp
aperture, PV, RT, movement time, time to PV, time to MA,
normalized time to PV and MA, or WPT, according to presence
of sensory impairment. There was a significant effect of time
since stroke uponWPT (F1, 14= 8.312, p< 0.01) but there was no
significant interaction between group and condition upon any of
the kinematic variables.
Frontiers in Human Neuroscience | www.frontiersin.org July 2015 | Volume 9 | Article 29310
Pelton et al. Reaching in parietal and cerebellar stroke
FIGURE 4 | 50° aperture onset relative to wrist onset. Mean (SE) effect of group (control, parietal, and cerebellar) and condition (baseline, unperturbed 30°,
perturbed 10°, and perturbed 50°).
TABLE 4 | Pearson product-moment correlation r values and mean (SE) z scores, for correlations between (1) absolute times of peak velocity and maximum
aperture; (2) absolute times of peak deceleration and maximum aperture; and (3) absolute times of the last peak velocity and the last maximum aperture.



















Control r 0.83a 0.85a 0.47a 0.63a 0.65a 0.62a 0.78a 0.77a 0.86a
z 1.02 (0.2) 1.06 (0.2)b 0.76 (0.1) 0.97 (0.2) 0.93 (0.1) 0.67 (0.1) 0.53 (0.2) 0.54 (0.1) 1.16 (0.2)c
Parietal r 0.52a 0.81a 0.94a 0.65a 0.82a 0.86a 0.78a 0.83a 0.86a
z 0.55 (0.2) 0.74 (0.2)a 0.47 (0.2) 0.86 (0.2) 0.75 (0.2) 0.80 (0.1) 0.80 (0.2) 0.68 (0.2) 1.19 (0.2)c
Cerebellar r 0.84a 0.69a 0.81a 0.72a 0.49a 0.69a 0.61a 0.47a 0.63a
z 1.02 (0.2) 0.67 (0.2) 0.87 (0.2) 0.65 (0.2) 0.55 (0.2)d 0.64 (0.1) 0.40 (0.2) 0.32 (0.2) 0.95 (0.2)c
aSignificant correlation (p< 0.01).
bSignificant effect of condition (p<0.05) (baseline compared to other conditions).
cSignificant effect of condition (p< 0.05) (perturbed compared to other conditions).
dTrend toward effect of group (cerebellar compared to other groups) (p< 0.06).
PV, peak velocity; MA, maximum aperture; PD, peak deceleration.
Coordination Between Key Events of Transport
and Grasp
Pearson Product-Moment Correlation Coefficients
Pearson product-moment correlation coefficients were used to
determine if the absolute time to PV or absolute time to PD was
correlatedwith the absolute time ofmaximumgrasp aperture. The
correlation coefficients were calculated separately within groups
for perturbed and non-perturbed trials. Perturbations in object
location usually elicited more than one peak in wrist velocity
and aperture profiles. A further analysis was therefore performed
using the PV and MA detected immediately prior to object-lift-
off to determine the relationship between these more specific
events (Table 4). For between group comparisons, r values were
transformed to Fisher z values. The significance of the difference
between z values was tested using two-way mixed ANOVAs with
repeated measures and post hoc analysis (Table 4).
Although correlations between the temporal events were
present in all groups and conditions, as summarized in Table 4,
there were some differences. The correlations of PV and MA
were less common in perturbed trials. For unperturbed trials, a
significant correlation between the time of the PV and the time of
MA was demonstrated by 88% of the control participants, 75% of
the parietal group, and 63% of the cerebellar group. Whereas for
perturbed trials, this correlation was observed in only 31% of the
control group, 38% of the parietal group, and 25% of the cerebellar
group.
Between group comparisons of these correlations showed that
the stroke patients with parietal and cerebellar lesions maintained
coordination between the timing of PV and MA similar to con-
trols. There was no significant group effect (Controls M= 0.8,
SE= 0.1; ParietalM= 0.7, SE= 0.1; CerebellarM= 0.7, SE= 0.1).
The relationship between the PV and MA was weaker for the
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perturbed trials although we found no significant effect of con-
dition and no interaction.
There was a significant effect of condition (F2, 58= 3.216,
p< 0.05) upon the correlation between PD andMA, with baseline
scores reliably higher than unperturbed and perturbed trials. We
foundno significant group and condition interaction.Whilst there
was no main group effect (Controls M= 0.8, SE= 0.1; Parietal
M= 0.7, SE= 0.1; CerebellarM= 0.5, 0.1) coordination between
PD and the time of MA was weakest for the cerebellar group for
the unperturbed trials (t22= 1.989, p= 0.06).
The correlation between the last velocity peak (TLPV) and
TLPA were highest for perturbed scores, and a main condition
effect (F2, 58= 5.748, p< 0.001) was observed. Pairwise compar-
isons of the Fisher z scores for TLPV and TLPA showed a sig-
nificant difference (p< 0.05) between perturbed trials and both
the baseline and unperturbed trials. We found no main group
effect (Controls M= 0.87, SE= 0.1; Parietal M= 0.82, SE= 0.1;
CerebellarM= 0.82, SE= 0.1).
Correlation Between Clinical Impairment and
Reach-to-Grasp Movement Variables
(Unperturbed Trials)
The level of function (FMUL) was significantly correlated (Spear-
man’s rho) with MD (r= 0.73, p< 0.01) and TPV (r= 0.61,
p< 0.01).MDwas shorter andTPVoccurred later in patients with
least impairment. FMUL was not correlated with wrist trajectory
distance, TMA, amplitude of MA, or trunk movement distance.
Age did not correlate with any of the movement variables. FMUL
scales for patients were significantly negatively correlated to the
time taken to complete 10HPT (r= 0.76, p< 0.01).
The 10HPT time was positively correlated with MD (p< 0.01,
r= 0.795); the wrist trajectory distance (p< 0.01, r= 0.772); and
negatively correlatedwith TPV (p< 0.01, r= 0.474). No correla-
tion was found between 10HPT and TMA;MA; Trunkmovement
distance or coordination (Pearson’s r between TPV and TMA)
or age.
Discussion
The study aimed firstly to identify specific reach-to-grasp coordi-
nation impairments associated with either parietal or cerebellar
lesions and secondly to compare their movement response to
perturbation of the object location. Main findings were that in
response to perturbation: (1) parietal participants had a longer
wrist path (50° condition only) and a later grasp onset time, com-
pared to cerebellar participants; (2) parietal participants showed
a longer RT and MD, a lower PV, earlier% time to PV and
more velocity peaks, than controls; and (3) cerebellar participants
showed a showed a longer RT and MD, a lower PV and more
velocity peaks (10° condition only), than controls.
Comparison Between Parietal and Cerebellar
Participants: Unperturbed and Baseline Trials
Results for unperturbed movements show some similarities
between the two patient groups in terms of how they compared
to controls. Movement onset was delayed for both groups. In
accordance with previous research in heterogeneous and parietal
stroke (Michaelsen et al., 2004; Thielmann et al., 2004; Lang
et al., 2005; vanVliet and Sheridan, 2007) and cerebellar lesions
(Haggard et al., 1994; Bastian and Thach, 1995; Rand et al., 2000;
Zackowski et al., 2002; Brandauer et al., 2008; Konczak et al.,
2010; Kuper et al., 2011), MD was longer and PV was reduced for
parietal and cerebellar participants.
The reasons for these similar findings in the two groups are
likely to be different. In parietal participants, the prolonged MD
with lower PV likely reflects a greater reliance on feedback (vision
and proprioception) for spatial aspects of the movement, due to
an impaired ability to localize visual target position, and process
sensory information to maintain an estimate of arm state. The
longer deceleration phase found in this group (earlier %TPV)
compared to control participants allows more time to make use of
this feedback to make corrections. The corrections are manifested
as an increased number of velocity peaks and cause a longerWPT.
Previous work in middle cerebral artery (MCA) stroke (parietal
region is supplied by the MCA) (Jeannerod, 1986; vanVliet and
Sheridan, 2007) also found a longer deceleration phase compared
to controls.
In cerebellar participants however, the prolonged MD was not
accompanied by a prolonged deceleration phase compared to
controls, and there was not a significant difference in the number
of velocity peaks in unperturbed trials. Instead, they exhibited
alterations in grasp, where there were multiple aperture peaks
and the hand opened earlier. Multiple peaks could be attributed
to compensation for inaccurate transport of the hand, as sug-
gested in previous studies where cerebellar participants (Bastian
and Thach, 1995; Zackowski et al., 2002) also showed multiple
aperture and velocity peaks, and a larger MA, than controls.
Alternatively, it could be explained by an impaired ability to
adjust relative strength and timing of muscle activations based
on internal prediction about the likely outcome of the movement,
since Fisher et al. (2006) found that cerebellar participants had
errors in target direction and amplitude specification. The early
onset of grasp aperture in the cerebellar group, which has been
noted before (Haggard et al., 1994; Rand et al., 2000) may be
the result of impaired ability to coordinate different effectors
in the arm and hand, a function normally performed by the
cerebellum.
A previous study (Zackowski et al., 2002) found greater WPT
variability and a greater number of velocity peaks in a cerebel-
lar group when compared to controls, which we did not. The
contrasting findings may partly reflect differences between the
patients in terms of the pathology or symptom severity. Eight out
of 10 patients reported in the previous study (Zackowski et al.,
2002), suffered from cerebellar atrophy whereas there was no
atrophy in our group. Eight of the 10 patients in the previous study
also demonstratedmoderate or severe ataxia, whereas only 1 of the
cerebellar patients here presented with severe coordination/speed
deficits (Fugl-Meyer et al., 1975), the remainder havingmoremild
to moderate impairments.
Although correlations between key events were present and
have been previously found in cerebellar patients with lesions in
the posterior and superior cerebellar artery territory (Kuper et al.,
2011), correlational analyses were present in a smaller number
of the cerebellar group for all three coupled events compared to
Frontiers in Human Neuroscience | www.frontiersin.org July 2015 | Volume 9 | Article 29312
Pelton et al. Reaching in parietal and cerebellar stroke
other groups, and there was a trend toward a weaker correlation
between PD and the time of MA, compared to the parietal and
control groups. This echoes previous findings where increased
variability of time toMAwas noted in cerebellar participants with
MA occurring both before and after PD (MA is usually after PD
in healthy people) (Zackowski et al., 2002) and higher variability
of timing of MA and PV in cerebellar subjects compared to
controls (Rand et al., 2000). Two reasons are posited for this:
firstly that the cerebellar damage affected the ability to combine
transport and grasp into a single functional unit and secondly that
it caused impaired parallel processing between shoulder, elbow,
and hand (Timmann et al., 1999), which is normally controlled by
the cerebellum.
Parietal participants, in contrast, showed similar correlations
between time to MA and time to both PV and PD, to controls.
Significant correlations between TMA and TPD were also found
previously in people with lesions of the areas supplied by the
MCA (vanVliet and Sheridan, 2007). One explanation for the
fact that parietal participants and cerebellar to some extent, had
intact coordination between events, could be that coordination
between transport and grasp for RTG may be partially controlled
by another area of the brain such as the basal ganglia. The basal
ganglia has already been implicated in the control of RTG for
managing the sequencing of movements (Fagg and Arbib, 1998).
Alternatively, specific structures within the parietal lobe thought
to play a key role in coordination, such as the PPC, were perhaps
undamaged in this small sample of participants. More rigorous
testing and reporting of the lesion size and location with neu-
roimaging techniques such as fMRI would be needed in a future
study to verify this account. The most likely explanation is that
in parietal participants impaired coordination was compensated
for by moving more slowly to allow more feedback driven control
of movements. The delayed grasp onset noted in this group could
also be an attempt to maintain synchrony with the delayed trans-
port onset to retain temporal coordination between transport
and grasp. However, the grasp adjustment did not extend to the
earlier %TMA noted in some previous studies (Lang et al., 2005;
Nowak et al., 2007), instead being statistically similar to controls
(Jeannerod, 1984; Wallace et al., 1990; vanVliet and Sheridan,
2007).
Stroke patients were expected to compensate for limited arm
use with a strategy of trunk recruitment as an additional degree
of freedom (Trombly, 1992; Roby-Brami et al., 1997; Michaelsen
et al., 2004). Anterior trunk displacement was indeed higher for
stroke participants however the difference in the amplitude was
not significant. Cirstea and Levin (2000) found that level of motor
impairment on the FM scale was correlated with trunk displace-
ment. We found no such correlation. This may be explained by
the fact that in their study the task was to point to a target just
beyond the reach of the arm, whereas in our study the 35 cm
reach distance was within arm’s length, thus requiring less trunk
displacement.
Comparison of Parietal and Cerebellar Group
Response to Location Perturbation
Control participants responded to perturbation with an earlier
and lower amplitude peak wrist velocity, which is likely due to
interruption in initial movement or movement re-organization
(Paulignan et al., 1990, 1991a,b). They demonstrated a double
peak of grasp aperture as in previous research (Paulignan et al.,
1990, 1991a,b) and a second wrist velocity peak (Paulignan et al.,
1991b). Correlation between peak wrist velocity and MA was
largely preserved for perturbed trials, with MA occurring later.
Temporal rescaling in response to perturbation was supported
by the significant correlations identified between the timing of
both the peak wrist velocity and PD with MA. The last PV also
correlated significantly with TLPA.
There were some differences in how controls responded to
the respective 10° and 50° perturbations. The 10° perturbation
showed a longer MD compared to the 50° perturbation. %TMA
also occurred later for perturbed 10° trials than at baselinewhereas
there was no difference between baseline and 50° perturbations.
These differences are most likely due to the greater complexity
of motor organization needed for the 10° target position which
required more wrist extension to be added to the shoulder flex-
ion/adduction and elbow extension movements of the upper arm
used tomove to the targets, andmore finger extension to open the
hand more.
We now turn to consider how patients with right parietal
or cerebellar lesions adjust transport-to-grasp when hand trans-
port is perturbed and to verify whether the on-line adjustments
necessary to maintain coordination are intact. There were both
similarities and differences between the stroke groups in per-
turbed conditions. Firstly, they were similar in that MD increased
during perturbation trials by 13% (0.21 s) and 12% (0.16 s) for
parietal and cerebellar patients, respectively. There was a similar
number of aperture peaks, in response to perturbation, in both
stroke groups and these were comparable to controls. Correlations
between the last TMAand both the last TPV and last TPD for both
patient groups, were similar to that of controls during perturbed
trials.
However, perturbation to both 10° and 50° targets caused
significantly more wrist velocity peaks for the parietal group,
compared to controls, suggesting a greater reliance on feedback
driven control. The 50° perturbation also caused a longer WPT
in the parietal group. In perturbed trials, as in baseline and
unperturbed trials, the parietal group had a later onset of grasp.
These findings could be due to difficulty in localizing visual target
position and updating the motor plan for a new target position,
since the parietal cortex is known to be involved in these func-
tions (Pisella et al., 2000; Ramnani et al., 2001), so the relocation
of the target may have been more difficult for the group with
parietal stroke. Parietal participants also slowed movements, with
increased aperture peaks, but in addition, increased the number of
velocity peaks and had a longer WPT due to difficulties planning
the new transport goal and thus relyingmore on feedback control.
The later grasp onset could also reflect planning difficulties, or
alternatively could indicate an attempt tomaintain synchronywith
the delayed transport onset as they appear to retain temporal
coordination between transport and grasp better than cerebellar
participants. Only 25% trials in the cerebellar group showed cor-
relations between maximum velocity and MA in perturbed trials,
compared to 31% of the control group and 38% of the parietal
group.
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Cerebellar participants presented with early onset of grasp
when perturbed. This may demonstrate that the need to compen-
sate for inaccurate transport of the hand overrode the need for
the synchrony between start of hand aperture and hand transport.
In the perturbed 10° trial condition, the timing of MA (TMA%)
was more variable for the cerebellar group, in contrast to controls.
Also, although there was no increase in velocity peaks in baseline
and unperturbed trials, these appeared in the perturbed 10° trials.
This reflects an impaired ability to make rapid adjustments to the
perturbation.
Implications for Contribution of Parietal and
Cerebellar Regions to Reach-to-Grasp
Coordination
The findings confirm the role of parietal cortex in processing
sensory information to keep an updated estimate of upper limb
state related to visual target position. This was indicated by the
longer deceleration phase, with increased use of feedback to guide
transport, evidenced by an increased number of velocity peaks and
aperture peaks, in people with parietal lesions. This is reinforced
by the longer wrist path in response to perturbation, indicating
that its normal role in updating the motor plan for a new visual
target position, was impaired.
Whereas for the cerebellum, its important role in combining
transport and grasp into a single functional unit was shown by
the increased variability of the percentage time of MA, the early
onset of grasp, and the more impaired temporal coupling between
transport and grasp in cerebellar participants. Additionally, the
compensatory increased number of aperture peaks seems to sup-
port the role of the cerebellum in adjusting relative strength and
timing of muscle activations. Lastly, the appearance of increased
velocity peaks when cerebellar participants were perturbed, indi-
cates the cerebellum is involved in making rapid adjustments to
perturbations. Therefore, our study more clearly differentiates the
roles of parietal and cerebellar areas in reach-to-grasp coordina-
tion, showing the cerebellum to bemore dominant in the temporal
coupling, and the parietal area more concerned with using sen-
sation to relate arm and hand state to target position. Although
both are involved in responding to location perturbation, the
cerebellum adjusts strength and timing of muscle activations,
where the parietal cortex relates upper limb state to new target
position.
Correlation Between Clinical Impairment and
Reach-to-Grasp Movement Variables
Fugl-Meyer Upper limb scores were similar across the two stroke
groups. Correlation between stroke participant Fugl-Meyer upper
limb scores (Fugl-Meyer et al., 1975) and RTG movement vari-
ables indicated that MD was reliably shorter and TPV occurred
later in patients with least impairment.
The study had several limitations that should be acknowledged.
Ideally, it would have been desirable to compare patients with right
hemisphere cerebellar lesions with the group with right-sided
parietal lesions. However, it was not possible to recruit sufficient
participants with a right hemisphere cerebellar lesion. Secondly,
due to resource constraints it was not possible to obtainMRI scans
for more accurate localization of lesion. It is recommended that
these points be taken into consideration in future studies.
Conclusion
Whereas there are studies examining the movement deficits of
individual patient groups after stroke, it is rare to directly contrast
different lesion groups in the same experimental paradigm. This
study has demonstrated some contrasting motor deficits in reach-
to-grasp following parietal and cerebellar stroke, and different
responses of these groups to perturbation of object location. The
longer deceleration phase, increased number of velocity peaks
and aperture peaks, and longer wrist path in parietal participants,
indicates the role of the parietal region in using sensation to relate
arm and hand state to target position. Cerebellar participants
showed impaired correlation between time of MA and time of
PV and PD, increased variability of the percentage time of MA,
and early onset of grasp, reflecting the role of the cerebellum in
temporal coupling between transport and grasp. The two groups
also showed some different responses to perturbation, with pari-
etal participants lengthening the wrist path and the deceleration
phase, while cerebellar participants opened the hand earlier.
Acknowledgments
This work was supported by a Stroke Association Allied Health
Bursary for TP and an Australian Research Council Future
Fellowship (FT100100439) for PV.
References
Bastian, A., and Thach, W. (1995). Cerebellar outflow lesions: a comparison of
movement deficits resulting from lesions at the levels of the cerebellum and
thalamus. Ann. Neurol. 38, 881–892. doi:10.1002/ana.410380608
Batista, A. P., and Andersen, R. A. (2001). The parietal reach region codes the next
planned movement in a sequential task. J. Neurophysiol. 85, 539–544.
Baylis, G. C., Driver, J., and Rafal, R. D. (1993). Visual extinction and stimulus
repetition. J. Cogn. Neurosci. 5, 453–466. doi:10.1162/jocn.1993.5.4.453
Binkofsky, F., Dohle, C., Posse, S., Stephan, K. M., Hefter, H., Seitz, R. J., et al.
(1998). Human anterior intrapareital area subserves prehension. A combined
lesion and functional magnetic resonance imaging activation study. Neurology
50, 1253–1259. doi:10.1212/WNL.50.5.1253
Blakemore, S.-J., and Sirigu, A. (2003). Action prediction in the cerebellum
and in the parietal lobe. Exp. Brain Res. 153, 239–245. doi10.1007/s00221-003-
1597-z
Bohannon, R. W., and Smith, M. B. (1987). Interrater reliability of a modified
Ashworth scale of muscle spasticity. Phys. Ther. 2, 206–207.
Brandauer, B., Hermsdorfer, J., Beck, A., Aurich, V., Gizewski, E. R., Marrquardt,
D., et al. (2008). Impairments of prehension kinematics and grasping forces in
patients with cerebellar degeneration and the relationship to cerebellar atrophy.
Neurophysiol. Clin. 119, 2528–2537. doi:10.1016/j.clinph.2008.07.280
Buneo, C. A., Jarvi, M. R., Batistia, A., and Anderson, R. (2002). Direct visuomotor
transformations for reaching. Nature 416, 632–636. doi:10.1038/416632a
Castiello, U., Bennett, K. M. B., and Stelmach, G. E. (1993). Reach to grasp: the
natural response to perturbation of object size. Exp. Brain Res. 94, 163–178.
doi:10.1007/BF00230479
Cirstea, M. C., and Levin, M. F. (2000). Compensatory strategies for reaching in
stroke. Brain 123, 940–953. doi:10.1093/brain/123.5.940
Compston, A. (2010). Aids to the investigation of peripheral nerve injuries. Medical
Research Council: Nerve Injuries Research Committee. Brain 133, 2838–2844.
doi:10.1093/brain/awq270
Frontiers in Human Neuroscience | www.frontiersin.org July 2015 | Volume 9 | Article 29314
Pelton et al. Reaching in parietal and cerebellar stroke
Day, B. L., Thompson, P. D., Harding, A. E., and Marsden, C. D. (1998). Influence
of vision on upper limb reaching movements in patients with cerebellar ataxia.
Brain 121(Pt 2), 357–372. doi:10.1093/brain/121.2.357
Desmurget, M., Epstein, C. M., Turner, R. S., Prablanc, C., Alexander, G. E., and
Grafton, S. T. (1999). Role of posterior parietal cortex in updating reaching
movements to a visual target. Nat. Neurosci. 2, 563–567. doi:10.1038/9219
Donchin, O., and Rabe, K. (2012). Cerebellar regions involved in adaptation to force
field and visuomotor perturbation. J. Neurophysiol. 107, 134–147. doi:10.1152/
jn.00007.2011
Ebner, T. J., and Pasalar, S. (2008). Cerebellum predicts the future motor state.
Cerebellum 7, 583–588. doi:10.1007/s12311-008-0059-3
Fagg, A. H., and Arbib, M. A. (1998). “Modeling parietal-premotor interactions
in primate control of grasping. Neural Netw. 11, 1277–1303. doi:10.1016/
S0893-6080(98)00047-1
Fattori, P., Breveglieri, R., Marzocchi, N., Filippini, D., Bosco, A., and Galleti, C.
(2009). Hand orientation during reach-to-grasp movements modulates neu-
ronal activity in themedial posterior parietal area V6. J. Neurosci. 29, 1928–1936.
doi:10.1523/JNEUROSCI.4998-08.2009
Fattori, P., Raos, V., Breveglieri, R., Bosco, A., Marzocchi, N., and Galleti, C.
(2010). “The dorsomedial pathway is not just for reaching: grasping neurons in
the medial parieto-occipital cortex of the Macaque monkey “. J. Neurosci. 30,
342–349.
Fisher, B. E., Boyd, L., and Winstein, C. J. (2006). “Contralateral cerebellar damage
impairs imperative planning but not updating of aimed arm movements in
humans “. Exp. Brain Res. 174, 453–466.
Fugl-Meyer, A. R., Jaasko, L., Leyman, I., Olsson, S., and Steglind, S. (1975).
The post-stroke hemiplegic patient. 1. a method for evaluation of physical
performance. Scand. J. Rehabil. Med. 7, 13–31.
Gentilucci, M., Castiello, U., Corradin, M. L., Scarpa, M., Umilta, C., and Rizzo-
lati, G. (1991). Influence of different types of grasping on transport compo-
nent of prehension movements. Neuropsychologica 29, 361–378. doi:10.1016/
0028-3932(91)90025-4
Ghika, J., Ghika-Schmid, F., and Bogousslasvky, J. (1998). Parietal motor syn-
drome: a clinical description in 32 patients in the acute phase of pure parietal
strokes studies prospectively. Clin. Neurol. Neurosurg. 100, 271–282. doi:10.
1016/S0303-8467(98)00054-7
Goodale, M. S., Pelisson, D., and Prablanc, C. (1986). Large adjustments in visually
guided reaching do not depend on vision of the hand or perception of target
displacement. Nature 320, 748–750. doi:10.1038/320748a0
Haggard, P., Jenner, J., andWing, A. (1994). Coordination of aimed movements in a
case of unilateral cerebellar damage.Neuropsychologia 32, 827–846. doi:10.1016/
0028-3932(94)90021-3
Hoff, B., and Arbib, M. A. (1993). Models of trajectory formation and tempo-
ral interaction of reach and grasp. J. Mot. Behav. 25, 175–192. doi:10.1080/
00222895.1993.9942048
Iacoboni, M. (2006). Visuo-motor integration and control in the human posterior
parietal cortex: evidence from TMS and fMRI.Neuropsychologia 44, 2691–2699.
doi:10.1016/j.neuropsychologia.2006.04.029
Jakobson, L. S., Archibald, Y., Carey, D., and Goodale, M. A. (1991). A kine-
matic analysis of reaching and grasping movements in a patient recovering
from optic ataxia. Neuropsychologia 29, 803–809. doi:10.1016/0028-3932(91)
90073-H
Jeannerod, M. (1984). The timing of natural prehension movements. J. Mot. Behav.
26, 235–254. doi:10.1080/00222895.1984.10735319
Jeannerod, M. (1986). Mechanisms of visuomotor coordination: a study in nor-
mal and brain-damaged subjects. Neuropsychologia 24, 41–78. doi:10.1016/
0028-3932(86)90042-4
Jeannerod, M., and Biguer, B. (1982). “Advances in the analysis of visual behaviour,”
in Visuomotor Mechanisms in Reaching within Extrapersonal Space, eds D. Ingle,
M. A. Goodale, and R. Mansfield (Boston, MA: MIT), 387–409.
Jeannerod, M., Michel, F., and Prablanc, C. (1984). The control of hand movements
in a case of hemianaesthesia following a parietal lesion. Brain 107, 899–920.
doi:10.1093/brain/107.3.899
Kahn, L. E., and Zygman, M. L. (2001). “Effect of robot-assisted and unassisted
exercise on functional reaching in chronic hemiparesis,” in Proceedings of the
23rd Annual International Conference of the IEEE Engineering in Medicine and
Biology Society, Vol. 1-4, (Chicago: IEEE Engineering in Medicine and Biology
Society) 1344–1347.
Karnath, H. O., and Perenin, M. T. (2005). Cortical control of visually guided
reaching: evidence from patients with optic ataxia. Cereb. Cortex 15, 1561–1569.
doi:10.1093/cercor/bhi034
Konczak, J., Pierscianek, D., Hirsuger, S., Bultmann, U., Schoch, B., Gizewski, E.
R., et al. (2010). Recovery of upper limb function after cerebellar stroke: lesion
symptom mapping and arm kinematics. Stroke 41, 2191–2200. doi:10.1161/
STROKEAHA.110.583641
Krasovsky, T., and Levin, M. (2010). Review: toward a better understanding of
coordination in healthy and poststroke gait. Neurorehabil. Neural Repair 24,
213–224. doi:10.1177/1545968309348509
Kudoh, N., Hattori, M., Numata, N., and Maruyama, K. (1997). An analysis of
spatiotemporal variability during prehension movements: effects of object size
and distance. Exp. Brain Res. 117, 457–464. doi:10.1007/s002210050241
Kuper, M., Brandauer, B., Thurling, M., Schoch, B., Gizewski, E. R., Timmann, D.,
et al. (2011). “Impaired prehension is associated with lesions of the superior and
inferior hand representation within the human cerebellum“. J. Neurophysiol. 105,
2018–2029. doi:10.1152/jn.00834.2010
Lang, C. E., Wagner, J. M., Bastian, A. J., Hu, Q., Edwards, D. F., Sahrmann, S. A.,
et al. (2005). Deficits in grasp versus reach during acute hemiparesis. Exp. Brain
Res. 166, 126–136. doi:10.1007/s00221-005-2350-6
Lincoln, N. B., Jackson, J.M., andAdams, S. A. (1998). Reliability and revision of the
Nottingham sensory assessment for stroke patients. Physiotherapy 84, 358–365.
doi:10.1016/S0031-9406(05)61454-X
Mackay, W. A., and Riehle, A. (1992). “Planning a reach: spatial analysis by area 7a
neurons,” in Tutorials in Motor Behaviour 2, eds G. Stelmach and J. Requin (New
York, NY: Elsevier).
Miall, R. C. (1998). “The cerebellum, predictive control and motor coordination “.
Novartis Found. Symp. 218, 272–290.
Miall, R. C., and King, D. (2008). State estimation in the cerebellum. Cerebellum 7,
572–576. doi:10.1007/s12311-008-0072-6
Miall, R. C., Weir, D. J., Wolpert, D. M., and Stein, J. F. (1993). “Is the cerebellum
a smith predictor “. J. Mot. Behav. 25, 203–216. doi:10.1080/00222895.1993.
9942050
Miall, R. C., and Wolpert, D. M. (1996). Forward models for physiological motor
control. Neural Netw. 9, 1265–1279. doi:10.1016/S0893-6080(96)00035-4
Michaelsen, S. M., Jacobs, S., Roby-Brami, A., and Levin, M. F. (2004). Compen-
sation for distal impairments of grasping in adults with hemiparesis. Exp. Brain
Res. 157, 162–173. doi:10.1007/s00221-004-1829-x
Nouri, F. M., and Lincoln, N. B. (1987). An extended activities of daily living scale
for stroke patients. Clin. Rehabil. 1, 301–305. doi:10.1177/026921558700100409
Nowak, A., Grefkes, C., Dafotakis, M., Kust, J., Karbe, H., and Fink, G. R. (2007).
Dexterity is impaired at both hands following unilateral subcortical middle
cerebral artery stroke. Eur. J. Neurosci. 25, 3173–3184. doi:10.1111/j.1460-9568.
2007.05551.x
Paulignan, A., MacKenzie, R., Marteniuk, R., and Jeannerod, M. (1990). The cou-
pling of arm and finger movements during prehension. Exp. Brain Res. 79,
431–435. doi:10.1007/BF00608255
Paulignan, Y., Jeannerod, M., Mackenzie, C., and Marteniuk, R. (1991a). Selec-
tive perturbation of visual input during prehension movements. 1. The
effects of changing object size. Exp. Brain Res. 87, 407–420. doi:10.1007/
BF00231858
Paulignan, Y., MacKenzie, C., Marteniuk, R., and Jeannerod, M. (1991b). Selective
perturbation of visual input during prehension movements. Exp. Brain Res. 83,
407–420. doi:10.1007/BF00229827
Pelton, T., Hollands, K., and VanVliet, P. M. (2012). “Interventions for improving
coordination of reach and grasp following stroke: systematic review “. Int. J. Evid.
Based Healthc. 10, 89–102. doi:10.1111/j.1744-1609.2012.00261.x
Pisella, L., Grea, H., Tilikete, C., Vighetto, A., Desmurget, M., Rode, G., et al. (2000).
An ‘automatic pilot’ for the hand in human posterior parietal cortex: toward
reinterpreting optic ataxia. Nat. Neurosci. 3, 729–736. doi:10.1038/76694
Prabhakaran, S., and Zarahn, E. (2008). Inter-individual variability in the capacity
for motor recovery after ischemic stroke.Neurorehabil. Neural Repair 22, 64–71.
doi:10.1177/1545968307305302
Qualysis. (2006). Qualisys ProRefl ex MCU Qualisys Motion Capture Unit.
Available at: http://qualisys46.kaigan.se/archive/product_information_pdf/
AN_ProReflex.pdf
Ramnani, N. (2012). Frontal lobe and posterior parietal contributions to the cortico-
cerebellar system. Cerebellum 11, 366–383. doi:10.1007/s12311-011-0272-3
Frontiers in Human Neuroscience | www.frontiersin.org July 2015 | Volume 9 | Article 29315
Pelton et al. Reaching in parietal and cerebellar stroke
Ramnani, N., Toni, I., Passingham, R. E., and Haggard, P. (2001). The cerebellum
and parietal cortex play a specific role in coordination: a PET study.Neuroimage
14, 899–911. doi:10.1006/nimg.2001.0885
Rand, M. K., Shimansky, Y., and Stelmach, G. E. (2000). Effects of accuracy
constraints on reach-to-grasp movements in cerebellar patients. Exp. Brain Res.
135, 179–188. doi:10.1007/s002210000528
Roby-Brami, A., Fuchs, S., Mokhtari, M., and Brussel, B. (1997). Reaching and
grasping strategies in hemiparetic patients.Motor Control 1, 72–91.
Roy, A. C., Stefanini, S., Pavesi, G., and Gentilucci, M. (2004). Early movement
impairments in a patient recovering from optic ataxia. Neuropsychologia 42,
847–854. doi:10.1016/j.neuropsychologia.2003.12.006
Shimansky, Y., Saling, M., Wunderlich, D. A., Bracha, V., Stelmavh, G. E., and
Bloedel, J. R. (1997). Impaired capacity of cerebellar patients to perceive and
learn two-dimensional shapes based on kinesthetic cues. Learn. Mem. 4, 36–48.
doi:10.1101/lm.4.1.36
Snyder, L. H., Batista, A. P., and Andersen, R. (2000). Saccade-related activity in the
parietal reach region. J. Neurophysiol. 83, 1099–1102.
Thielmann, G. T., Dean, C.M., andGentile, A.M. (2004). Rehabilitation of reaching
after stroke: task-related training versus progressive resisted exercise.Arch. Phys.
Med. Rehabil. 85, 1613–1618. doi:10.1016/j.apmr.2004.01.028
Timman, D., Watts, S., and Hore, J. (1999). Failure of cerebellar patients to time
finger opening precisely causes ball high-low inaccuracy in overarm throws. J.
Neurophysiol. 2, 103–114.
Timmann, D., Watts, S., and Hore, J. (1999). Failure of cerebellar patients to time
finger opening precisely causes ball high-low inaccuracy in overarm throws. J.
Neurophysiol. 82, 103–114.
Topka, H., Konczak, J., Schneider, K., Boose, A., and Dichgans, J. (1998). Multijoint
arm movements in cerebellar ataxia: abnormal control of movement dynamics.
Exp. Brain Res. 119, 493–503. doi:10.1007/s002210050365
Tretriluxana, J., Gordon, J., Fisher, B. E., and Winstein, C. J. (2009). Hemisphere
specific impairments in reach-to-grasp control after stroke: effects of object size.
Neurorehabil. Neural Repair 23, 679–691. doi:10.1177/1545968309332733
Trombly, C. A. (1992). Deficits of reaching in subjects with left hemiparesis: a pilot
study. Am. J. Occup. Ther. 46, 887–897. doi:10.5014/ajot.46.10.887
Tseng, Y. W., Diedrichsen, J., Krakauer, J. W., Shadmehr, R., and Bastian, A. J.
(2007). Sensory prediction errors drive cerebellum-dependent adaptation of
reaching. J. Neurophysiol. 98, 54–62. doi:10.1152/jn.00266.2007
Tucker, D. M., and Bigler, E. D. (1989). Clinical assessment of tactile extinction:
traditional double simultaneous stimulation versus quality extinction test. Arch.
Clin. Neuropsychol. 4, 283–296. doi:10.1093/arclin/4.3.283
Tunik, E., Frey, S. H., and Grafton, S. (2005). Virtual lesions of anterior intraparietal
area disrupt goal-dependent on-line adjustments of grasp. Nat. Neurosci. 8,
505–511. doi:10.1038/nn1430
Turton, A. J., and Fraser, C. M. (1986). A test battery to measure the recovery of
voluntary movement following stroke. Int. Rehabil. Med. 8, 74–79.
vanVliet, P., Pelton, T., Hollands, K., Carey, L., and Wing, A. (2013). Neu-
roscience findings on coordination of reaching to grasp an object- impli-
cations for research. Neurorehabil. Neural Repair 27, 622–635. doi:10.1177/
1545968313483578
vanVliet, P. M., and Sheridan, M. R. (2007). Coordination between reaching and
grasping in patients with hemiparesis and normal subjects. Arch. Phys. Med.
Rehabil. 88, 1325–1331. doi:10.1016/j.apmr.2007.06.769
Vesia, M., and Crawford, J. D. (2012). “ Specialization of reach function in
human posterior parietal cortex. Exp. Brain Res. 22, 1–18. doi:10.1007/
s00221-012-3158-9
Wallace, S. A., Weeks, D. L., and Kelso, J. A. S. (1990). Temporal constraints
in reaching and grasping behaviour. Hum. Mov. Sci. 9, 69–93. doi:10.1007/
s00221-009-1939-6
Winstein, C. J., and Pohl, P. S. (1995). Effects of unilateral brain damage on the
control of goal-directed hand movements. Exp. Brain Res. 105, 163–174. doi:10.
1007/BF00242191
Wolpert, D. M., Goodbody, S. J., and Husain, M. (1998). Maintaining internal
representations: the role of the human superior parietal lobe. Nat. Neurosci. 1,
529–533. doi:10.1038/2245
Zackowski, K.M., Thach, J.W. T., and Bastian, A. J. (2002). Cerebellar subjects show
impaired coupling of reach and grasp movements. Exp. Brain Res. 146, 511–522.
doi:10.1007/s00221-002-1191-9
Conflict of Interest Statement: The authors declare that the research was con-
ducted in the absence of any commercial or financial relationships that could be
construed as a potential conflict of interest.
Copyright © 2015 Pelton, Wing, Fraser and van Vliet. This is an open-access article
distributed under the terms of the Creative Commons Attribution License (CC BY).
The use, distribution or reproduction in other forums is permitted, provided the
original author(s) or licensor are credited and that the original publication in this
journal is cited, in accordance with accepted academic practice. No use, distribution
or reproduction is permitted which does not comply with these terms.
Frontiers in Human Neuroscience | www.frontiersin.org July 2015 | Volume 9 | Article 29316
